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Hb １２．３ g/dl AST ２４ U/L CRP ０．０８mg/dl
RBC ３５９×１０４ ／μl ALT １５ U/L
Ht ３５．０％ LDH ３１３ U/L 凝固系
WBC ４，６９０ ／μl ALP ３４８ U/L PT％ ７８％
Neut ６２．０％ T-Bil １．２mg/dl PT-INR １．１１
Eosino １．０％ TP ５．７ g/dl APTT ３５．２ s
Baso ０．０％ Alb ３．６ g/dl D dimer １．６ μg/ml
Mono ７．０％ BUN １９mg/dl
Lymph ２４．０％ Cre ０．９３mg/dl 尿検査
Plt ３．３×１０４ ／μl eGFR ６５ 尿蛋白 （３＋）
MCV ９７．５ fl UA ７．９mg/dl 尿蛋白定量 over
MCH ３４．３ pg Na １４４mEq/L 尿糖 （－）
MCHC ３５．１ g/dl K ４．４mEq/ml 尿潜血 （２＋）





Hb １０．６ g/dl AST ２２ U/L CRP ４．４３mg/dl
RBC ３１９×１０４ ／μl ALT １０ U/L
Ht ３０．６％ LDH ４００ U/L 凝固系
WBC ５，３４０ ／μl ALP ３０８ U/L PT％ ７０％
Neut ７６．０％ T-Bil １．４mg/dl PT-INR １．１６
Eosino １．０％ ChE １７８ U/L APTT ３７．５ s
Baso ０．０％ Alb ２．９mg/dl ATIII活性 ６２％
Mono ６．０％ BUN ２７mg/dl D dimer ２．４ μg/ml
Lymph １４．０％ Cre １．３５mg/dl
Plt ２．０×１０４ ／μl eGFR ４４ 尿検査
MCV ９５．９ fl UA ８．５mg/dl 尿蛋白 （３＋）
MCH ３３．２ pg Na １４１mEq/L 尿蛋白定量 over
MCHC ３４．６ g/dl K ４．２mEq/ml 尿糖 （±）
破砕赤血球 １．２／２００ 尿潜血 （２＋）
Ret ３．１％ 尿赤血球 ２０‐２９ ／視野
IPF １４．５％





































PA-IgG ８７ vWF ２４４％
ル プースアンチコアグラント １．１４ ADAMTS１３活性 ６２．４％
抗カルジオリピン抗体 １．８U/ml ADAMTS１３インヒビター 陰性
抗核抗体 ４０倍
PR３‐ANCA １．０＜ U/ml 溶血マーカー
MPO-ANCA １．０＜ U/ml ハプトグロビン ８．０mg/dl
CH５０ ３９U/ml
C３ １１０mg/dl 細菌学的検査
C４ ２３．９mg/dl 血液培養 陰性
C１q １．５≦ μg/dl STEC培養 陰性
66 エクリズマブが奏効した非典型溶血性尿毒症症候群
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A case of atypical hemolytic-uremic syndrome successfully treated
with eculizumab
Masahiro OURA, Hirohumi BEKKU, Naoko ISHIBASHI,
Tomoko HARA, Keiji OZAKI, Tetsuya GOTO
Division of Hematology, Tokushima Red Cross Hospital
A５８-year-old man presented at our hospital with petechiae of the lower leg and thrombocytopenia. Edema,
proteinuria, and petechiae progressed rapidly, and the patient’s serum creatinine level increased from０．９３ to
１．３５ over a period of approximately２ weeks. We suspected rapidly progressing glomerulonephritis, and there-
fore initiated administration of１２５ mg methylprednisolone ; however, renal failure progressed and the patient re-
quired hemodialysis. Decreasing level of consciousness was also present. Laboratory findings suggested the
presence of thrombotic microangiopathy. Atypical hemolytic-uremic syndrome（aHUS）was diagnosed according
to diagnostic criteria.
Plasma exchange was ineffective ; thus, administration of eculizumab was initiated. Edema, renal function, and
thrombocytopenia improved gradually over a period of approximately ２ months. At present, the patient is un-
dergoing maintenance therapy.
The clinical prognosis of aHUS is poor. There is a１０－２５％ likelihood of mortality, and５０％ of survivors pro-
gress to end-stage renal disease. In this case, renal function and clinical outcomes improved with administration
of eculizumab. On observation of unidentified thrombotic microangiopathy, aHUS should be suspected and early
administration of eculizumab considered.
Key words : atypical hemolytic-uremic syndrome, eculizumab, TMA（thrombotic microangiopathy）
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